Progressive cha!/enge was used to investigate twenty-seven patients with a history o{ an adverse response to local anaesthesia. True a!/ergy was detected in only one patient. The method does not exclude reactions 10 additives and preservatives in local anaesthetics. I{ preservative-{ree local anaesthetics are used {or subsequent exposure in patients with no response to progressive cha!/enge, subsequent exposure is sa{e. The possibility that some o{ these patients may be reacting to preservatives in Ihe solutions cannot be excluded by such testing. Where possible preservative-{ree local anaesthetic preparations should be used {or subsequent anaesthesia.
Allergy to amide local anaesthetics occurs extremely rarely, but has been documented.1.2 A history of allergy to local anaesthetics is particularly inconvenient for patients who must often endure painful dentistry, or receive general anaesthesia for relatively minor procedures. Various protocols have been described for the investigation of patients with a history of an alleged reaction to amide anaesthetics mostly involving progressively increasing dosage of the agents. 3 ,4 We describe the use of such a protocol in 27 patients with alleged local anaesthetic allergy.
Patients and methods
Twenty-seven patients were referred because of a history of a total of thirty-eight suspected adverse responses to local anaesthetic drugs. In the eight patients who had more than one adverse response to local anaesthesia, the clinical features were identical on each occasion.
The reactions were attributed to lignocaine (27 cases), prilocaine (8 cases), mepivicaine (1 *F.F.A.R.A.C.S., Head, Intensive Therapy Unit. **F.F.A.R.A.C.S., Visiting Anae~[Il(·list. case), bupivacaine (1 case), topical benzocaine (1 case) and procaine penicillin (1 case). The last patient had avoided anaesthesia for twenty years after a reaction to procaine penicillin.
The local anaesthetic was administered for dental block (15 cases), topical application (2 cases), paracervical block (2 cases), epidural block (1 case), cutaneous infiltration (17 cases) and ischaemic arm block (l case). The last case was a patient with convulsions following two failed attempts at ischaemic arm block with lignocaine. The patient was told he had a severe allergy to lignocaine only if given intravenously and investigation would certainly lead to his demise.
In thirty-two of the thirty-five reactions in which the information was available, local anaesthetic-containing additives (i.e. adrenaline, methylparaban, noradrenaline, octapressin, benzoate, metabisulphate) were used.
The clinical features are shown in Table 1 . A detailed description of the reaction was obtained when possible.
Progressive challenge testing was performed in all patients using the following protocol: 1. A 1.0 mm intradermal weal was raised on the forearm with 1: 1000 dilutions of standard Patients with facial swelling had Cl-esterase inhibitor levels measured to exclude hereditary angioneurotic oedema.
RESULTS
One patient had positive intradermal tests to prilocaine and lignocaine at 1: 1000 dilution. This patient had severe anaphylactic reactions after the administration of both drugs on separate occasions. She had a negative intradermal and challenge test to bupivacaine, which was subsequently used without any adverse effects. This patient has been described in detail. 5 No other patient showed any response to progressive challenge with local anaesthesia other than two patients who complained of feeling unwell for a short period.
One patient who developed swelling of the face after oral lignocaine spray had low levels of Cl-esterase inhibitor and was diagnosed as having hereditary angioneurotic oedema.
Twenty-five patients have received local anaesthesia subsequently without adverse response. For the patients who 'reacted' during dental block, bupivacaine 0.5OJo without additives has been used.
One of the two patients who developed ulceration of the mouth after local anaesthesia for conservative dentistry had a similar response to conservative dentistry without local which was diagnosed as herpes simplex.
One other patient is worthy of comment. This young woman had developed a severe anaphylactoid reaction 16 hours after general anaesthesia on two occasions. She was anaesthetised uneventfully for a hysterectomy with epidural bupivacaine with adrenaline (and metabisulphate) being the sole pharmacological agent administered. Sixteen hours postoperatively following a top-up she developed a rash, oedema, cardiovascular collapse and bronchospasm. She had a history suggestive of preservative allergy, in that on the two previous occasions when similar reactions had occurred she had received repeated injections of drugs containing preservative (omnopon, metoclopramide).
Five other patients had a history suggestive of preservative allergy (food allergy, aspirin sensitivity, allergy to red wine, nuts, dried fruit, potato chips). In two of these patients, benzoate and metabisulphate sensitivity had been confirmed by challenge testing.
DISCUSSION
In early studies we noted that intradermal testing was of little value in the diagnosis of local anaesthetic allergy. 6 This was almost certainly because the patients tested did not have such allergy. In the one patient in this series with a true allergy, the first stage of the progressive challenge elucidated the diagnosis and determined a safe drug to use for future anaesthesia. The use of this type of diagnostic approach is not new and has been used successfully by others. 3, 4 It is important to start with the very dilute solution and have resuscitation facilities available, as severe Anaesthesia and Imensive Care, Vol. 12, No. 4, November, 1984 reactions have occurred during such testing, although with concentrations in excess of 1: 1000. 7 Increasing attention has been drawn recently to sensitivity to preservatives. Such sensitivity is not likely to be demonstrated by cutaneous testing. In addition, intradermal testing is not possible with local anaesthetics containing vasoconstrictors, as they produce a blanched area of skin only. We therefore believe that it is important to use local anaesthetic without additives for testing and to avoid extrapolating results from local anaesthetics not containing additives or vasoconstrictors to those which do contain such compounds. One of our recommendations for these patients is that additive-free local anaesthetic agents be used.
The clinical features of the abnormal responses often suggested the mechanism was other than allergy. Of the eighteen patients who had cardiovascular collapse as a sole manifestation, a vasovagal cause was a likely diagnosis. It was extremely difficult to convince either the patients or the dentist or the doctor who administered the local anaesthetic to accept a vasovagal mechanism as being the likely cause. None of these patients required pharmacological treatment or external cardiac massage, and all made full and rapid recovery, which is not the natural history of cardiac arrest or anaphylaxis, which was usually the presenting diagnosis.
Anaesthesia alld IlIfcflsive Care. Vol. 12, No. 4, November, 1984 Of the twelve patients with swelling of the face after dental block, eleven had unilateral swelling on the side of the block, and in eight patients the swelling was painful and associated with bruising. These reactions are almost certainly due to trauma, and we concur with Reynolds R who states that such swelling is highly unlikely to be allergic in origin.
The use of progressive challenge with local anaesthesia, we conclude, is valuable in the exclusion of a diagnosis of local anaesthetic allergy, and may prove to be of value in the determination of the drug responsible for the true local anaesthetic allergy.
